INTRODUCTION
Primary aldosteronism is a condition in which overproduction of aldosterone appears relatively independent of the renin-angiotensin system (1) . Four subtypes of primary aldosteronism have been identified. These include aldosterone-producing adenoma (APA),1 idiopathic hyperaldosteronism (IHA), glucocorticoid remedial hyperaldosteronism, and indeterminant hyperaldosteronism (2) . APA and IHA account for the majority of primary aldosteronism observed in the adult population (2) . Aldosterone production in patients with IHA increases with stimulation of the renin-angiotensin system whereas aldosterone production in APA does not (3) (4) (5) (6) (7) (8) (9) . Direct stimulation of aldosterone secretion by exogenous angiotensin II (All) has been attempted in patients with primary aldosteronism, but the results have been inconclusive because excessive pressor responses to All occur before a dose adequate to stimulate aldosterone can be administered (3) .
The C-terminal heptapeptide fragment of All, [des-Aspartyll] -angiotensin II ([des-Asp]-All), has 25-100% of the aldosterone-stimulating potency but only -25% of the pressor potency of All in normotensive man (10, 11 10 patients with primary aldosteronism and 6 normal control subjects were studied. The diagnosis of primary aldosteronism was made on the following basis: (a) sustained hypertension (blood pressure > 160/95 mm Hg); (b) unprovoked hypokalemia (serum potassium < 3.5 meq/liter); (c) inappropriate kaluresis (24-h urinary potassium excretion > 40 me(l); (d) suppressed plasma renin activity (<2 ng of angiotensin I/ml per h) at 11:00 a.m. after 3 h of upright posture and 40 mg oral furosemide at 6 p.m., 10 p.m., and 8 a.m. according to the method of Carey et al. (12) ; and (e) elevated plasma aldosterone concentration and 24-h urinary aldosterone excretion indexed against 24-h urinary sodium excretion subsequent to correction of hypokalemia with supplemental oral potassium chloride. The aldosterone/sodium index Wcas referenced againist the inverse hyperbolic relationship betwveen ambulatory plasma aldosterone concentration or urinary aldosteronie excretion and concurrent 24-h urinary sodium excretion found in 15 normal subjects. Plasma aldosterone concentrations were measured in each of the 15 normal subjects after 5 d of diff'erent sodium balances: 10, 50, 100, 150, and 200 meq sodium intake/day (13) .
The diagnosis of APA w as based on absence of anl increase in plasmiia aldosterone concentration in response to 4 h of' upright posttire, lateralization of uptake of ['31I]iodomethylnorcholesterol to one side on adrenal scan, anid normalization of' blood pressure and serum potassium concentration after 6 \Nk of spironolactone 100 mg four times daily (qI.i.d.) (14) . All patients with an APA hadl pathological documnenitationi of an adrenal adenoma and correction of' their hypertension and hypokalemia after excision of the adenomla. Three patients judged to have IHA was diluted in sterile H20, filtered with a 0.22-,um Millipore filter (Millipore Corp., Bedford, Mass.), and stored at 4°C in sterile vials at a concentrationi of 100 ,ug/ml. Anialytical niethods. All blood samples were placed into tubes prechlilled in ice, centrif'uged immediately, andl plasimia separated andl f'rozen until the time of' assay. Samiiples used for plasmaiit renin activity and aldosterone were anticoagulated wvith EDTA. Serum and urinie potassiumll and sodlium conicenitrationis were measuredl by flame photometry (modlel 143, Inistrumiienltationi Laboratory, Inc., Lexinigtonl, Mass.). Aldosterone conicentrationi was measured by the radioimmunntioassax method of' Biihler et al. (15) . After incubation, plasmlla renlin activity was determlinled b)y radlioimmunoassay of' anigiotenisini I generated as described by Sealev et al. (16) . Plasmna cortisol levels were determined by the fluoronwietric method of' Mattingly (17 The characteristics of each group including weight, mean arterial blood pressure, 24-h urinary sodium and potassium excretion on day 5 of the 150-meq Na diet, basal supine plasma aldosterone concentration, and basal supine plasma renin activity on the day of [des-Asp]-AII infusion are shown in Table II . The mean weight of patients in group II was significantly greater (P < 0.05) than controls. The urinary sodium excretion of groups II and III was less and potassium excretion greater than control (P < 0.05, P < 0.01, respectively) reflecting the increased aldosterone production of these patients. Mean arterial blood pres- Fig. 4 . In group I (normotensive control subjects) an increase in plasma aldosterone concentration of 3±1 ng/100 ml (P < 0.05), 6±1 ng/100 ml (P < 0.01), and 8+1 ng/100 ml (P < 0.01) was observed at 6, 12, and 18 pmol/kg per min of [ an increase of plasma aldosterone concentration of 21± 11 ng/100 ml (P < 0.05) at 6 pmol/kg per min and 32±12 ng/100 ml (P < 0. in) groups of patients with primary aldosteronism than the control group. Sodium retention and suppression s of subjects with of the endogenous renin-angiotensin system have been lines) and IHA shown to augment the pressor response to adminis-*, group II; 0, nw oaget n rso epos oamn umulative doses tered AII (18) . However, these observations have been lative doses of made over a wide range of sodium intake in subjects with normal and high plasma renin activity. The results of the present study suggest that increased Asp]-AII, since pressor responsiveness to angiotensin is not a universal ous stimulation finding in subjects with low plasma renin activity. ire is apparent These results are in agreement with the reported ients with APA failure to achieve greater than normal increases in erone response blood pressure in patients with low renin essential vious attempts hypertension with All administration (19) . ogenous reninThe differential effect of upright posture on plasma ire or sodium aldosterone concentration in patients with primary .dosterone pro-aldosteronism due to IHA vs. APA is well documented stimulation of (3) (4) (5) (6) (7) (8) . It is interesting that postural responsiveness [A was as an-of aldosterone failed to identify all patients who mulation with responded to [des- (20 
